rage of leukocytes to the adhesive molecules expressed on the endothelial surface. Leukocyte adhesion to endothelial cells is frequently followed by their extravasation. The mechanisms which regulate the passage of leukocytes through endothelial clefts remain to be clarified. Many indirect data suggest that leukocytes might transfer signals to endothelial cells both through the release of active agents and adhesion to the endothelial cell surface. Adhesive molecules (such as PECAM) on the endothelial cell surface might also 'direct' leukocytes through the intercellular junction by haptotaxis. The information available on the molecular structure and functional properties of endothelial chemokines, adhesive molecules or junction organization is stir fragmentary. Further work is needed to clarify how they interplay in regulating leukocyte inf'tltration into tissues.
Introduction
Circulating leukocytes migrate from the vessels and enter tissues under normal or pathological conditions. Whereas monocytes, lymphocytes and natural killer cells exhibit a significant spontaneous migration through resting endothelial cells (EC), neutrophils and eosinophils require chemotactic stimuli and/or endothelial cell activation. [1] [2] [3] Cell migration across endothelial monolayers involves leukocyte adherence to the endothelium, crawling on the endothelial surface and penetration between endothelial clefts.
Endothelial cells can actively regulate leukocyte infiltration in inflammatory tissues through different mechanisms such as vasodilatation, release of chemotactic cytokines, expression of adhesion molecules and opening of interendothelial junctions ( Fig. 1 In this review we will focus concisely on the role of endothelial cells in promoting leukocyte infiltration in tissues. In particular, we will consider chemokine production, expression of adhesive molecules and regulation of junction organization. Previous reviews of this rapidly expanding area of research provide the background and framework for this contribution.
,6J,2,3
Chemokines
The proinflammatory chemokines are a family of 16 homologous low molecular weight 4 stained for MCP-1. These results suggest that EC IP10, a member of the C-X-C family but and macrophages are the major source of MCP-1 unique in that it attracts monocytes, is expressed in early atherosclerotic lesions. 53 Monocyte adhein certain endothelia of mice exposed in vivo to sion and infiltration is an early event in the IFNT or to lipopolysaccharides (tPS). 44 
